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tomy and gastrointestinal endoscopf
ic biopsy were all revealed amyloid 
depositions in the specimens. Bone 
marrow aspirations were dry tap 
and an increase in the reticulin fibers 
were presented in the bone marrow 
biopsy material. 
Recently two children with the 
diagnosis of myelodysplastic synf
drome has been reported as having 
renal amyloidosis after the proteinf
uria begun as other adult cases and 
this finding is similar to our case 
because of the clonal origin of both 
diseases.6 Another recent report in 
the literature presented an adult case 
with the diagnosis of myelofibrosis, 
whose renal biopsy, performed for 
proteinuria, revealed amyloidosis.7 
Although the pathophysiologif
cal mechanism(s) of amyloidosis is 
not known exactly, we believe that 
it is attributable to chronic inflamf
mation and cytokines observed in 
other clonal disorders such as myf
elodysplastic syndrome, chronic 
myelomonocytic leukemia. As amyf
loidosis may occur secondarily to 
some diseases such as IMF as well. 
The potential for such concomitance 
should be kept in mind in patients 
with IMF or while investigating the 
cause of amyloidosis. 
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Cytokeratin expressing 
epithelioid cells in ovarian 
sclerosing stromal tumor: 
A potential diagnostic pit-
fall that may be mistaken 
for metastatic carcinoma
To the Editor: Sclerosing stromal 
tumor (SST) is a distinctive unf
common benign neoplasm of the 
ovary that mostly affects young 
women.1f3 It is of unknown pathof
genesis and etiology.1 However, 
it is accepted that SST is part of 
the spectrum of sex cordfstromal 
tumors and several studies have 
supported the notion that SST bef
longs to the ovarian sexfcord strof
mal tumors category.1,2,4,5 It is also 
accepted that SST may originate 
from the ovarian cortical stromal 
cells or from the perifollicular myf
oid stromal cells.1,2,4
We discovered a case of ovarf
ian sclerosing stromal tumor with 
unusual immunohistochemical exf
pression of cytokeratin (CK) that 
could impose an interpretation pitf
fall for the novice. Microscopically, 
SST has a heterogeneous appearf
ance with cellular nodules that 
are usually separated by zones of 
edema or hypocellular fibrous hyaf
linizing stroma.2 The vasculature 
is prominent with hemangioperif
cytomaflike staghorn blood vesf
sels.2 The heterogeneous cellular 
components include the spindle 
fibroblasts, the plump myoid cells, 
the polygonal thecalike cells, the 
endothelial cells of the blood vesf
sels and primitive mesenchymal 
cells.2,4 Immunostains for vimenf
tin, inhibin, calretinin, melanfA 
and CD99 are usually positive, but 
their intensity varies.1,3,6 The myoid 
cells are positive for smooth musf
cle actin (SMA) and sometimes 
for muscle specific actin (MSA) 
and desmin.1,4 Positivity for estrof
gen and progesterone receptors 
has been reported.1 The cells are 
usually negative for cytokeratins 
and epithelial membrane antigen 
(EMA).1,6
In our case, a 26fyearfold woman 
presented with abdominal discomf
fort for three months. Radiology 
showed a right ovarian mass. The 
mass was resected and showed a 
wellfdefined lobulated solid tumor 
(Figure 1). Microscopically, the 
mass had characteristic solid celluf
lar nodules surrounded and sepaf
rated by zones of edematous and 
hypocellular fibrous stromal tissue 
with prominent vascular proliferaf
tion (Figure 2). The cellular nodf
ules showed large vacuolated cells 
with large nuclei and prominent 
nucleoli (Figure 3). Frequent cells 
showed moderate atypia some of 
which were signet ringflike cells. 
Mucin stains (Alcian blue and muf
cicarmine) were negative. These 
epithelioid cells were individually 
wrapped by reticulin fibers. 
Immunohistochemistry showed 
that the spindle and plump oval 
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Figure 1. Computed tomography showed a well-defined, solid, lobulated 
and enhancing right adnexal mass. The uterus and the left ovary were 
unremarkable. inset showed the gross appearance of the outer surface and 
the cut surface of the resected mass. The mass had characteristic lobulated 
pattern of yellow nodules separated by paler gray edematous tissue. 
Figure 2. Low power view showed the cellular nodules separated by 
edematous hypocellular fibrous stroma with prominent vasculature 
(Hematoxylin and eosin stain, original magnification ×20). 
Figure 3. A cellular nodule with large vacuolated cells with large 
nuclei and prominent nucleoli, intermixed with spindle and ovoid 
myoid cells. Few signet ring-like cells were seen (Hematoxylin 
and eosin stain, original magnification ×400). inset highlighted 
scattered single cells that were strongly positive for cytokeratin 
(CK(AE1/AE3); Dako, Glostrup, Denmark), original magnification 
×400). 
stromal cells were strongly and diff
fusely positive for vimentin and 
SMA, and were focally positive for 
CD10, MelanfA and MSA. They 
were negative for CD34, CD117, 
desmin, calretinin, S100, HMB45, 
CK, EMA, BerfEP4, B27.3 and 
carcinoembryonic antigen (CEA). 
The vacuolated thecalike epithef
lioid cells, on the other hand, were 
vimentin positive and focally, but 
strongly positive for SMA, Melanf
A and calretinin. Few cellular nodf
ules showed frequent single cells 
that were also strongly positive for 
CK (AE1/AE3) (Figure 3) and 
for high molecular weight CK and 
to a lesser extent for CK5/6. They 
were negative for CK20, CK7, low 
molecular weight CK (CAM 5.2), 
EMA, BerfEP4, B72.3 and CEA. 
We entertained the diagnosis of 
ovarian SST. The patient had an 
uneventful postfoperative course 
and was well after seven months 
follow up. 
CK positivity in ovarian strof
mal tumors can occur, but it is unf
commonly described.5,6 Expression 
of CK in SST is unusual.1f4 The 
importance of this uncommon CK 
immunohistochemical staining in 
the cellular nodules of SST is that 
the unwary pathologist could misf
interpret these epithelialflike vacuf
olated cells as metastatic carcinoma 
cells. In particular, the presence of 
CK positive signet ringflike cells 
can simulate metastatic signet ring 
carcinoma (Krukenberg tumor) of 
the ovary. The fact that these cells 
are mucin negative, negative for 
EMA, BerfEP4, B72.3 and CEA, 
and are positive for inhibin, calf
retinin and SMA should resolve 
this confusion. It also emphasizes 
the cellular and immunohistof
chemical heterogeneity of SST 
in comparison to other ovarian 
stromal tumors, which can help in 
differentiating SST from fibrothf
ecoma and luetinizing thecoma 
in certain cases. This unusual CK 
expression may shed some light in 
to the origin of these cells in SST, 
which needs further investigation 
by a larger study with a larger 
number of cases to show the prevf
alence of CK expression in SST.  
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